Predisposing factors for venous thrombosis can be identified in the majority of patients with established venous thromboembolism (VTE). However, an obvious precipitant may not be identified during the initial evaluation of such patients. In the present case, a 47-year-old female presented to the emergency department of our hospital after ingesting multiple drugs. She had no VTE-related risk factors or previous episodes, nor any family history of VTE. After admission to the intensive care unit sudden hypoxemia developed, and during the evaluation cerebral, renal, and splenic infarctions with pulmonary embolisms were diagnosed. However, the sources of the emboli could not be identified by transthoracic echocardiography or computed tomography angiography. Protein C deficiency was identified several days later. We recommend that hypercoagulable states be taken into consideration, especially when unexplained thromboembolic events develop in multiple or unusual venous sites.
. In addition, wedge-shaped low-density lesions in her spleen and bilateral kidneys were observed, suggesting acute infarction (Fig. 1B, 1C) . However, there were no findings suggestive of DVT. Transthoracic echocardiography (TTE) was performed to detect intracardiac sources of embolism; focal hypokinesia of basal inferior segment and scanty pericardial effusion were observed. However, there was no suspected cardiac source of emboli. After heparin (4,000 units initial dose, then 12 units/kg/h) was administered intravenously, head CT revealed diffuse low density and sulcal effacement in the left middle cerebral artery territory, suggesting acute cerebral infarction (Fig. 1D) . Mannitol was administered to prevent aggravation of cerebral edema, and heparin was Protein C is vitamin K-dependent protein that exerts its anticoagulant effect by inactivating coagulation factors Va and VIIIa, which are necessary for thrombin generation. [3] The prevalence of protein C deficiency is 0.2-0.5%. [4, 5] In one study, patients with this disorder had a sevenfold increased risk of venous thrombosis. [6] In most patients thrombosis is rare until their early 20s, with increasing numbers experiencing thrombotic events as they reach the age of 50 years. Cases of cerebral [7, 8] , myocardial [7, 9] , and mesenteric [10] Second, acquired causes of low protein C should be considered. Protein C levels can decrease due to secondary consumption during the initial phase of VTE. [11] In addition, oral anticoagulants, liver disease, and vitamin K deficiency can cause lower protein C levels. Laboratory tests and a repeated measurement of protein C level may be used to rule out these conditions. In our patient, we were unable to measure the patient's protein C activity repeatedly because she did not present to our hospital again. If protein C deficiency was not the cause of the multiple organ infarctions in this patient, in the absence of other identified causative factors she may be diagnosed as having idiopathic VTE.
In conclusion, life-threatening thromboembolic events may develop as a result of hypercoagulable disorders. Although suspicion of the hypercoagulable disorders in the absence of a patient or family history of VTE is unlikely, they should be suspected when unexplained thromboembolic events develop in multiple or unusual venous sites.
